Operation: The mass was removed in two stages the first was performed by Professor C G Rob (under hypothermia) on 29.8.60 and the second by Mr J Fairgrieve on 13.10.60. The locally extensive tumour was excised without ligation or grafting of the carotid vessels and without the patient developing a hemiplegia as has so often followed operations of this type.
Histology: On microscopy the mass was shown to be a carotid body tumour of the type resembling the normal carotid body. The chief cells were polygonal (with large volumes of pale staining, finely granular cytoplasm and hyperchromatic nuclei), divided into clusters by fibrous vascular stroma. It is unusual for carotid body tumours to metastasize to lymph nodes but one section of the mass showed such a node with lymphatic and tumour tissue within the capsule.
Comment: The mass caused minimal local disturbance to the patient despite its size and slight tenderness, but the diarrhoea and abdominal pain have caused him great distress. His symptoms of diarrhoea and pain have improved very considerably post-operatively; he now has an average of 2 motions a day instead of the previous 7 or 8. This case was shown as we suggest that there may be a relationship between the tumour (first noted in 1944) and the severe diarrhoea with intestinal hurry (first occurring in 1956). It seems possible that the secretion of some substance by the carotid body tumour affected the gut and caused the symptoms although, as yet, this substance has not been identified.
Lead Encephalopathy
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Lead encephalopathy is now very rare but occasional examples are still found in emergency admissions to general medical wards.
History: Mrs W, aged 46, had been employed in a lead accumulator factory for the five years before this admission in April 1960, during most of which time she had supervised the spreading by machine of a moist mixture of litharge and red lead on to lead accumulator plates. She was inadequately protected from fumes and her environment was very dusty. She had been in good health previously, and had had one live child now aged 14, and one miscarriage at twelve weeks four years before becoming exposed to lead.
In September 1959, glycosuria was found and a glucose tolerance test gave a mildly diabetic type of curve. She was treated by weight reduction and was in good health until January 1960 when she developed frontal headaches when tired. In March 1960 two generalized epileptiform convulsions occurred followed by transient diplopia and forgetfulness. She had one further epileptiform convulsion and, two weeks before admission on 29.4.60, she became delirious. After treatment she remembered that she had had some colicky abdominal pain for two or three months.
She was admitted to the Whittington Hospital with a provisional diagnosis of an intra-cranial space-occupying lesion. Treatment: Calcium di-sodium versenate, 3g in 50 ml of normal saline, was given by intravenous injection, over 5-10 minutes, once daily for five days, as recommended by Sidbury (1955) . Urine was collected for the first and last twenty-four hours of this course and the lead content estimated. Only a small quantity of lead was found in the urine. A second course was therefore instituted five days later, giving 2 g in 500 ml normal saline, intravenously over a period of two to three hours, once daily for five days, as recommended by Leckie & Tompsett (1958) . Her twenty-fourhour urinary excretion of lead on this regime was 3-63 mg on the first day, 2 65 mg on the second and 1-80 mg on the fifth. She became much brighter after this treatment and lost her headaches, and was finally discharged well on 2.6.60. Follow-up: 17.6.60: She looked a different woman, healthy, and much more alert physically and mentally. Her papillcedema had disappeared. Hb 106%. No punctate basophilia seen. Discussion: With modern exhaust-ventilation techniques and sensible and thorough care of the workers in factories using lead, lead poisoning and particularly lead encephalopathy has become a rarity. Lead encephalopathy may present with epileptiform convulsions, coma, delirium, transient paresis, aphasia and headache, and chronic cases may show mental dullness, poor concentration and memory, trembling and deafness.
Calcium di-sodium versenate forms a very stable complex with lead, and does not cause tetany in man (Spencer et al. 1952) . It is best given by intravenous injection, being only poorly absorbed by mouth (Sidbury 1953) . It is most effective when given over a period of three to six hours and increasing the daily dose above 2 g causes no appreciably greater increase in lead excretion (Leckie & Tompsett 1958) . We found here that a rapid once-daily injection was unsatisfactory, and more prolonged administration was necessary. Sodium versenate has been known to cause acute renal tubular necrosis in man, though not the calcium di-sodium salt (Lancet 1955 , Dudley et al. 1955 .
It must be emphasized that though the presence of punctate basophilia and urinary coproporphyrin III in significant amounts implies increased lead absorption, it does not necessarily imply lead poisoning (see Table I ), as the patient may not be susceptible (Hunter 1959) : the presence of specific The patient is a young woman who suddenly developed severe ascites. Inoperable malignant disease was diagnosed but at laparotomy gross hepatomegaly and splenomegaly with a raised portal venous pressure suggested a diagnosis of the Budd-Chiari syndrome, and this was confirmed by liver biopsy. Polycythkmia rubra vera proved to be the underlying cause. The importance of this case lies in the dramatic response by an apparently dying woman to treatment with anticoagulants and pyrimethamine.
History: nine days' malaise and nausea (beginning the day after a party). Eight days' swelling of abdomen and loose motions. Seven days-eyes appeared yellow, urine dark and motions grey. From then until she was admitted progressive abdominal enlargement occurred. At no time did she have abdominal pain, apart from a feeling of tightness.
On examination: Cachectic, not clinically jaundiced. Gross ascites and a large epigastric mass. After paracentesis of 22 pints of clear yellow fluid, it became apparent that the abdominal mass was a large liver. A provisional diagnosis of secondary neoplasia was made. 
